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[Abstract] DJ-1, also known as Parkinson disease protein 7 (PARK7), belongs to the ThiJ/Pfpl/DJ-1 superfamily of
PARK7. DJ-1 is an antioxidant and antioxidant stress is its main function. In recent years, it is speculated that DJ-1 is involved
in the development of preeclampsia through oxidative stress pathway. Preeclampsia (PE) is a special disease of pregnancy and a
leading cause of both maternal and neonatal morbidity and mortality. However the pathophysiological mechanisms of PE remain

poorly known, and the role of oxidative stress injury in the development of preeclampsia is a hot topic. The view summarized the

mechanism of DJ-1 in preeclampsia.
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[Abstract] Preeclampsia is a group of diseases consist of hypertension and albuminuria during pregnancy, which is the
main cause of the increased maternal and perinatal mortality. Homocysteine (Hey) is a sulfur—containing amino acid, which is
the intermediate metabolite of methionine. Plasma homocysteine levels are affected by methylenetetrahydrofolate reductase gene
polymorphism, folic acid and vitamin B12 in pregnant women. The plasma hcy concentration in normal pregnant women was
lower than that in non pregnant women. The increase of plasma homocysteine level can damage vascular endothelial cells
through oxidative stress, plasma nitric oxide and endothelin imbalance and cystathithione b —synthase/cystathion —glyase/

hydrogen sulfide pathway. Dynamic monitoring of plasma homocysteine levels during pregnancy may provide a new method for

early prediction and intervention of preeclampsia.
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